Summary A patient wfth a past history of anorexia nervosa developed a hypokalaemic myopathy following a 'flulike illness. Although she was apparently in remission from anorexia nervosa, the diet was found to be markedly abnormal with an excessive ingestion of liquorice and a low potassium salt intake. The clinical features and investigations, including muscle biopsy, are described. The patient is compared with 2 reported cases of liquorice-induced myopathy, and the relationship between anorexia nervosa, liquorice and hypokalaemic myopathy is discussed.
Introduction
Liquorice, a flavouring for confectionery and soft drinks is an extract of the plant Glycyrrhiza glabra. The active ingredient of liquorice, glycyrrhizinic acid, has a chemical structure similar to aldosterone and if taken in sufficient quantities has a mineralocorticoid effect, which can be inhibited by spironolactone (Salassa, Mattox and Rosevear, 1962) . A case is now reported of hypokalaemic myopathy in a young woman in whom the association of the myopathy with anorexia nervosa and liquorice abuse was not immediately apparent.
Case report
A 25-year-old married woman was admitted with a painful proximal muscle weakness. She had been well until 3 months before admission when she had suffered for a week a 'flu-like illness with some vomiting and diarrhoea. As the illness subsided she noted pain and tenderness in her proximal muscles and a progressive weakness of her limbs though not of her face or bulbar muscles. She also had had polyuria and nocturia for one month before admission; her urine was never abnormally dark. Her general practitioner had noted hypokalaemia and had prescribed oral potassium supplements for one month. She had taken no purgatives or diuretics. She had been treated for anorexia nervosa Two patients with hypokalaemic myopathy and excessive ingestion of liquorice have been described, although both were taking diuretics which would contribute to the hypokalaemia (Gross, Dexter and Roth, 1966; Tourtellotte and Hirst, 1970) . Both patients were obese and, like the present patient, ate liquorice in order to lose weight. Electrolyte disturbance will occur with a daily ingestion of 4 g of glycyrrhizinic acid, the active ingredient in liquorice (Louis and Conn, 1956; Molhuysen et al., 1950) ; however, some patients may be particularly sensitive to the hypokalaemic effects of liquorice (Cumming et al., 1980) . The patient often consumed 4 to 5 times this amount. Myoglobinuria and a severe vacuolar myopathy have been described in hypokalaemic myopathy (Gross et al., 1966; Tourtellotte and Hirst, 1970) . The present patient showed neither, possibly owing to the partial potassium replacement before admission.
It is of interest that, although the patient had maintained a stable and satisfactory weight for several years and was apparently in remission from anorexia nervosa, she still indulged in abnormal eating habits, exhibited a pathological attitude to her food and was deceitful with the ward staff.
Abuse of purgatives and diuretics by anorectics may also cause hypokalaemia (Nardone, McDonald and Girard, 1978) 
